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Abstracts / Urological Science 27 (2016) S53eS83S74Purpose: To investigate open subinguinal varicocelectomy for infertile
male patients.
Materials andMethods: Open varicocelectomies were performed in 175 pa-
tients between January 2006 and December 2015 for male infertility. All var-
icoceles were detected clinically according to the World Health Organization
(WHO)classiﬁcationand conﬁrmedby scrotal colorDopplerultrasonography.
Results: Unilateral open varicocelectomy was performed in 175 patients.
Mean operative time was 44.2± 13.1 min. Neither immediate major nor
late procedure-related complications were noted.
Among the 175 patients, 63 patients had both preoperative and post-
operative semen analysis follow-up. The preoperative sperm concentra-
tion was 14.9± 14.8 (million/ ml) and post operation sperm concentration
was 37.0± 26.0 (million/ ml). Preoperative sperm motility was 23.4± 13.8
(%) and post operation sperm motility was 36.8± 14.1 (%) respectively.
Two (1.1%) recurrent varicoceles were detected within a mean follow-up of
24 months (range¼ 2e64). One (0.6%) hydrocele formation was found
during the follow-up period.
Conclusion: Open subinguinal varicocelectomy could offer comparable
semen result in infertile males as microscopic and laparoscopic varicoce-
lectomies.
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NDP085:
INTERPLAY AMONG TH1/TH2/TH17/TREG CELLS IN KETAMINE CYSTITIS
PATIENTS
En Meng 1, Kang-Yi Fang 2, Juin-Hong Cherng 2,3, Shu-Jen Chang 2,3, Tai-
Lung Cha 1, Guang-Huan Sun 1, Dah-Shyong Yu 1, Sheng-Tang Wu1.
1Division of Urology, Department of Surgery, Tri-Service General Hospital,
National Defense Medical Center, Taipei, Taiwan; 2Graduate Institute of
Medical Sciences, National Defense Medical Center, Taipei, Taiwan;
3Department of Biology and Anatomy, National Defense Medical Center,
Taipei, Taiwan
Purpose: Chronic ketamine use may cause ulcerative cystitis and bladder
dysfunction, commonly referred to ketamine cystitis (KC). The pathogen-
esis of KC has recently been linked to an immune response to ketamine but
has not yet been deﬁnitively established. This study proposes a novel im-
munemechanism to explain the irreversible bladder damage caused by KC.
Materials and Methods: Chronic ketamine use may cause ulcerative
cystitis and bladder dysfunction, commonly referred to ketamine cystitis
(KC). The pathogenesis of KC has recently been linked to an immune
response to ketamine but has not yet been deﬁnitively established. This
study proposes a novel immune mechanism to explain the irreversible
bladder damage caused by KC.
Results: Serum IgE was signiﬁcantly higher in KC patients (261.59 dder
dysfunction, commonly referred to ketamine cystitis (KC). The pathogen-
esis of KC has recently been (p< 0.001), and signiﬁcant reduction of TGF-b
levels, but comparable levels of IL-2 and IL-4 compared to control patients.
KC patients also had signiﬁcantly higher counts of TH1, TH2, and TH17 cells
than healthy volunteers (p¼ 0.0001).
Conclusion: The immune response of KC may begin with the differentia-
tion of TH17 and continue by alternating between high expression of TH1
and TH2. Suppression of TREG cells may aggravate chronic inﬂammation in
KC patients. The imbalance of TH1, TH2, TH17 and TREG may involve the
pathogenesis of KC.
NDP086:
OVARY HORMONE DEFICIENCY EXACERBATED HIGH FAT AND HIGH
SUGAR DIET e INDUCED OVERACTIVE BLADDER IN A RAT MODEL
Yung-Shun Juan 1,2,3,4, Yi-Lun Lee 4,5, Wen-Jeng Wu1,2,3, Mei-Yu Jang 3,
Wan-Ting Ho 1, Keh-Min Liu 6, Shu-Mien Chuang 7. 1Department of
Urology, Graduate Institute of Medical Science, Taiwan; 2Department of
Urology, Kaohsiung Medical University Hospital, Kaohsiung, Taiwan;
3Department of Urology, Kaohsiung Municipal Hsiao-Kang Hospital,
Kaohsiung, Taiwan; 4Graduate Institute of Medical Science, Taiwan;
5Department of Urology, Chi-Shan Hospital, Department of Health,
Executive Yuan, Kaohsiung, Taiwan; 6Department of Anatomy, College of
Medicine, Taiwan; 7 Translational Research Center, Cancer Center,
Kaohsiung Medical University, Kaohsiung, TaiwanPurpose: The pathophysiology mechanism of menopause in the metabolic
syndrome associated bladder dysfunction is still not clear. The major aims
of the present study were to examine high-fat-high-sugar diet and surgical
menopause - induced metabolic syndrome by elucidating the critical role
of oxidative stress mediated by mitochondria and endoplasmic reticulum
in overactive bladder.
Materials andMethods: Female Sprague-Dawley rats were feed with high-
fat-high-sugar diet with/without ovariectomy surgery to mimic meno-
pause and to induce metabolic syndrome. At six months after high-fat-
high-sugar feeding, cystometrogram, physical indicator, urine and serum
biochemistry parameters were measured. The terminal deoxynucleotidyl
transferase nick-end labeling assay was performed to evaluate the distri-
bution of apoptotic cells. Immunoﬂuorescence studies and Western blots
were carried out to examine the expressions of muscarinic and purinergic
receptors, ﬁbrosis-associated proteins, mitochondria stress markers,
apoptosis-associated proteins and mitochondrial respiratory subunits
enzymes.
Results: Bladder hyperactivity was induced accompanied by bladder
interstitial ﬁbrosis after 6 months of high-fat-high-sugar feeding, while
surgical menopause exacerbated these bladder damages. In addition,
surgical menopause enhanced the generation of oxidative stress medi-
ated by mitochondria-dependent pathways, and consequently attributed
to bladder apoptosis. Such oxidative stress-enhanced bladder cell
apoptosis and urothelial barrier defects were potential factors that might
play crucial role in bladder over-activity and interstitial ﬁbrosis. Ovary
hormone deﬁciency with high-fat-high-sugar feeding also induced
bladder dysfunction via over-expression of muscarinic and purinergic
receptors.
Conclusion: High-fat-high-sugar feeding enhanced the generation of
oxidative stress mediated by mitochondria, while ovary hormone deﬁ-
ciency enhanced bladder apoptosis and interstitial ﬁbrosis, exacerbated
overactive bladder syndrome.
NDP087:
DEFICITS OF UROTHELIAL E-CADHERIN AND ZONULA OCCLUDENS-1 IN
CHRONIC SPINAL CORD INJURED BLADDERS IMPROVED AFTER
REPEATED DETRUSOR ONABOTULINUMTOXINA INJECTIONS
Sheng-Fu Chen, Chia-Hwei Chang, Hann-Chorng Kuo. Department of
Urology, Buddhist Tzu Chi General Hospital and Tzu Chi University, Taiwan
Purpose: Chornic spinal cord injury (SCI) induces bladder urothelium
dysfunction. This study investigated the therapeutic effects on urothe-
lial dysfunction after repeated detrusor injections of onabotuli-
numtoxinA in patients with SCI and neurogenic detrusor overactivity
(NDO).
Materials and Methods: A total of 20 patients with chronic suprasacral
SCI and refractory NDO were enrolled. The patients received 300U
onabotulinumtoxinA detrusor injection every 6 months for four times.
The urothelium was assessed by cystoscopic biopsy at baseline and 6
months after each onabotulinumtoxinA treatment. Immunoﬂuores-
cence staining of E-cadherin, zonula occludens-1 (ZO-1), and tryptase
for mast cell activity were performed. Urothelial apoptosis was also
evaluated. The differences in urothelial dysfunction were compared
between baseline and every 6 months after treatment. Bladder biopsies
from 10 patients undergoing anti-incontinence surgery served as
controls.
Results: Repeated 300U onabotulinumtoxinA injections into the detrusor
signiﬁcantly and consistently increased bladder capacity and decreased
detrusor pressure at 6 months after each onabotulinumtoxinA treatment
compared with baseline. Signiﬁcantly lower E-cadherin and ZO-1 ex-
pressions, and increased apoptotic cell counts were noted in SCI bladders
compared with controls (all P< 0.05). After repeated onabotulinumtoxinA
injections, signiﬁcantly greater distributions of E-cadherin (p¼ 0.042) and
ZO-1 (p¼ 0.003) expressions were found at 6 months after 3rd onabotu-
linumtoxinA injection compared with baseline. Besides, after 3rd onabo-
tulinumtoxinA treatment, no signiﬁcant difference of E-cadherin and ZO-1
were noted compared to the control.
Conclusion: Urothelial dysfunction parameters such as adhesive and tight
junction protein concentrations in SCI bladders recovered after repeated 3
times of onabotulinumtoxinA treatment. The therapeutic effects also
